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Meta Analysis of the Treatment of Fasudil Hydrochloride Injection to the Pulmanory Hypertension Related Chronic Obstructive Pulmonary
Disease. Li Yuanyuan,Yu Shuhui,Hu Ke. Department of Respiratory Medicine. Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To evaluate the curative effect of fasudil hydrochloride injection in the treatment of the pulmanory hyperten-
sion related COPD with Meta analysis method. Methods The databases of MEDLINE/PubMed, CNKI, WanFang database and VIP data-
base were retrieved with computer for searching the randomized controlled trials ( RCT) about treatment of the pulmanory hypertension relat-
ed COPD with routine therapies combining fasudil hydrochloride injection ( treatment group) and with routine therapies only ( control
group ) published from database establishing time to Nov.2014. After screening literature , data extracting and quality reviewing according to
inclusion and exclusion criteria,the data were given a meta — analysis by using Review Manager 5. 2 software. Results Totally 7 RCTs
were included involving 624 patients. The results showed that the curative effect was better in treatment group than that in control group
(OR =3.63,95%CI. 2.58 -5.78,P =0.000) ,and PaO, and PASP were improved in treatment group( MD =13.14,95% CI.12.49 -
13.79,P =0.000;MD =5.27,95% CI.2.60 - 7.94,P =0.000). Conclusion The routine therapies combining fasudil hydrochloride
injection has an improved curative effect on pulmanory hypertension related COPD ,while more large — sample and multiple — center RCT

with rigorous are required for further identifying this tendency because of limited quantity an quality of this study.
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